Myocardial ischaemia secondary to intramyometrial injection of methylergonovine maleate
Sir, Ergonovine is used in obstetric practice and as a diagnostic agent in cardiac catheterisation laboratories. This drug may precipitate acute myocardial infarction due to prolonged coronary spasm. [1] We report a case of acute myocardial ischaemia caused by intramyometrial administration of methylergonovine maleate during caesarean section.
A healthy, 28-year-old woman (height 155 cm, weight 76 kg, gravida 2, para 2) at 38 weeks gestation underwent an emergency lower section caesarean section (LSCS) due to scar tenderness of previous LSCS. She had no history of preeclampsia, migraine and risk factors for coronary heart disease such as smoking, diabetes mellitus, hypertension, hyperlipidaemia and obesity. Spinal anaesthesia was administered with a 25-gauge needle at L3-L4 interspace with 12 mg of 0.5% of hyperbaric bupivacaine. After the delivery of the foetus, despite uterine massage, continuous intravenous oxytocin infusion and intramuscular carboprost (15-methyl-PGF2α) 250 µg, the uterus remained atonic. In a desperate attempt to achieve uterine contraction, the obstetrician gave a single intramyometrial injection of 0.2 mg methylergonovine maleate. Immediately, patient's blood pressure (BP) increased from 126/84 mm Hg to 164/104 mm Hg. Heart rate (HR) increased from 86/min to 104/min. Electrocardiogram (ECG) revealed sinus rhythm and oxygen saturation remained 100%. In next 5 min, patient's BP increased to 190/116 mm Hg and HR to 120/min. She started complaining of headache, substernal chest pain and developed laboured breathing. Chest auscultation revealed bilateral crepitations and ECG now showed non-specific T-wave abnormalities with ST-segment elevation. Patient was immediately intubated, and mechanical ventilation with positive end-expiratory pressure was started. Injection furosemide 20 mg was given, and nitroglycerine infusion at 5 µg/min was started. Uterus, by now, had contracted and wound closure was done. The patient was transferred to Intensive Care Unit for mechanical ventilation and monitoring of her vitals. Immediate post-operative X-ray chest showed pulmonary oedema. Subsequently, BP started stabilizing towards normal values and ECG changes reverted to normal rhythm. Chest became clear by the end of 3 h. Creatine phosphokinase and troponin levels were within normal limits. The patient was extubated after 8 h and shifted to post-operative room.
Despite the frequent usage of methyl ergonovine maleate for routine management of the third stage of labour and post-partum atony, cardiac complications of this drug have rarely been reported.
The risk factors for coronary artery spasm by ergot derivatives are Asian origin, age >30, smoking, family history of ischaemic heart disease and history of migraine. [2] Although other conditions such as oesophageal spasm are known to mimic angina and are accompanied by non-specific ECG changes, the onset of clinical symptoms and ECG changes immediately after intramyometrial administration of methyl ergonovine suggest cardiac aetiology (coronary vasospasm). [3] The recommended mode of administration of methylergonovine maleate in the post-partum period is intramuscular. Intravascular (IV) or intramyometrial route is not recommended. Intramyometrial injection leading to myocardial ischaemia has been reported rarely. [3] Because the myometrium is a highly vascular tissue, the intramyometrial injection of methylergonovine maleate might behave as an IV administration of drug. [3] IV injection can cause hypertension, myocardial infarction, acute heart failure, pulmonary oedema, cerebral haemorrhage and retinal detachment. [4] If IV administration is considered essential as a life-saving measure, injection should be given in incremental doses with careful monitoring of BP and ECG. [5] Nitroglycerine was successfully used to reverse ergonovine-induced coronary spasm. It also prevents subsequent development of myocardial ischaemia and infarction. [3] Thus, intramyometrial injection of ergonovine is not to be encouraged as it can cause coronary artery spasm in obstetric patients. Prompt evaluation and management may prevent or reduce the morbidity or mortality caused by this drug.
Financial support and sponsorship
Nil. [1, 2] Our patient, an 18-month-old female child, weighing 6 kg was admitted for repeated episodes of cough, cold, fever, breathlessness with global developmental delay since birth. She was born of non-consanguineous marriage and full-term caesarean section for breech and polyhydramnios.
Anaesthetic management of Mowat-Wilson syndrome
She was drowsy, hypotonic, hyporeflexic with no social smile, finger grasp or speech. Air entry was decreased on the left with bilateral crepitations. Following facial features were noted: Microcephaly, plagiocephaly, prominent forehead, light coloured sparse hair, medial flaring of eyebrows, prominent eyelashes, depressed nasal bridge, pear shaped nasal tip, inverted V-shaped thick upper lip, everted lower lip, open mouth, pointed chin, malformed and low set ears. She also had mildly everted nipples and proximally placed great toes, clinodactyly 4 th toe and camptodactyly.
Haemoglobin concentration was 9 g %. Chest X-ray revealed hyperinflation and bilateral haziness. Arterial blood gas analysis showed hypoxia and hypoxaemia. Magnetic resonance imaging of the brain showed microcephaly and agenesis of corpus callosum. There were increased protein and decreased sugar levels in cerebrospinal fluid. Auditory evoked potential study showed moderate hearing loss in the right ear. Cytogenetic study showed normal female karyotype. Computed tomography of thorax showed patchy areas of consolidation, in multiple segments (suggestive of aspiration pneumonitis) and rounded well-defined density of 2.8 cm × 2.6 cm involving left para-oesophageal area. After above physical features and investigations, diagnosis of MWS was made. Possibilities of bronchogenic cyst or oesophageal duplication cyst were noted which was planned to be removed surgically. Subsequently, anaesthesia team was involved.
After pre-operative stabilisation and written informed consent, general anaesthesia was planned. Intraoperative monitoring included electrocardiogram, pulse oximetry, temperature, end-tidal CO 2 and neuromuscular monitoring. Premedication included injection glycopyrrolate 30 µg and injection hydrocortisone 15 mg. After careful positioning of patient's head and pre-oxygenation with 100% O 2 for 5 min; sevoflurane was started and increased up to 6%. With altered facial features, ventilation with bag and mask, laryngoscopy and the visualisation of vocal cords proved difficult. She was intubated with difficulty using a Portex™ endotracheal tube uncuffed number 3.5 using a small sized stylet. Intravenous fentanyl 6 µg was used for analgesia. Sevoflurane 2% was used as maintenance agent with
